A 15 month longitudinal study of cytomegalovirus (CMV) infection in 178 Gambian mothers and their babies was undertaken. Twenty five (14%) of the babies were congenitally infected despite the fact that 87% of their mothers were antibody positive to the virus. Two of the 25 congenitally infected infants had evidence of severe neurological damage; skin sepsis was also a prominent feature in congenitally infected infants. The other children soon became infected. At 6 months of age, 53% of the infants were shedding virus either in urine or saliva. By the age of 12 months 86% of the infants had serological evidence of CMV infection. Preliminary evidence suggests that sibling to sibling infection in crowded compounds might be a major route of transmission. J Clin Pathol 1991;44:366-369 epidemiology of CMV in Africa. Serological evidence points to frequent and early infection in childhood,2 13 but the incidence of congenital infection and its long term effects on the nervous and immune system in a tropical environment are unknown. The only study in West Africa which involved isolation of the virus was undertaken in Abidjan, the Ivory Coast,'4 where 1-4% of babies born in hospital were congenitally infected. This figure may have been artifically low because difficulties arose during the storage and transportation of specimens to Europe for viral isolation. Routes of infection in Africa have not been charted. In particular, the relative importance of mothers and older siblings in transmission needs to be elucidated.
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In an attempt to fill these gaps in our knowledge we undertook a community based longitudinal study of CMV in mothers and their babies in The Gambia, West Africa.
Cytomegalovirus is the commonest cause of congenital infection in man, and in the West it is known to be a cause of brain damage.' Primary infection in pregnancy, which is common in those of high socioeconomic status, results in congenital infection in half the babies born to mothers in these classes.2 Between 2-7% of these children will sustain neurological damage. (16/25) in the first three weeks of life. Thereafter the prevalence of viral excretion rose rapidly to a peak of 53% at 6 months. By then, 40% of the infants shed virus in urine and 37% shed virus in saliva. Excretion of virus was much less intermittent than in the mothers: over a year 94 of 150 infants (62%) shed virus in either saliva or urine on more than one occasion. Viral titres in both urine and saliva were not significantly higher than those found in the mothers' specimens. The mean CMV titre in saliva was 3-7 (1-9) logl0 TCID,0/ml and in urine 3 4 (1 6) log10 Table 2 shows some of the illnesses the babies sustained during the study period and compares the incidence of diseases in congenitally and non-congenitally infected infants. Skin sepsis or pyoderma was significantly more common in congenitally infected infants than in controls (x2 = 13-8, p < 0 001). Pneumonia or lower respiratory tract infection and diarrhoea with vomiting were equally common in the two groups. boiled water is given to a newborn baby to drink from birth; and it is customary that the mother measures the temperature of the water, which is often put in a teaspoon, in her own mouth before giving it to the baby. CMV could also be introduced into the baby's mouth by the mother when she and other close relatives kiss the baby. In view of these practices, therefore, it may be unwise to rely on saliva for CMV isolation in West Africa. If reliance is on urine alone, then our incidence of congenital CMV infection in this study becomes 9% (16/178) .
The clinical consequences of congenital infection in this environment seem to be of some importance; two of the 25 (8%) of the babies had severe motor neurone damage which was likely to be due to CMV because serological evidence of other common congenital causes of neurological damage was absent.
This prevalence is similar to that found in congenitally infected infants born to mothers with primary CMV infection in pregnancy. Skin sepsis was surprisingly common in the congenitally infected infants, and if left untreated, may have resulted in increased morbidity and mortality. Growth was little affected for although congenitally infected males tended to grow less well than their postnatally infected counterparts, this feature never assumed any clinical importance.
Infants, if not congenitally infected, soon become silently infected during the first months of life when the limited immunity conferred by maternal antibody started to wane. CMV, like Epstein Barr and herpes simplex viruses, thereafter remains latent in various cells of the body.
In our environment it is as well to remember that by the time the major immunosuppressive infections of childhood such as malaria,17 or measles strike,'8 the child already harbours herpes viruses. The part that reactivated CMV plays in infection of the lung in immunosuppressed children needs to be defined. Certainly herpes simplex virus can be reactivated after measles to cause life threatening infection of the eye, mouth, and lung. ' mothers and their babies. 
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